While rare metabolic and degenerative diseases of the central nervous system in children are reported at great length, the much commoner diseases relating to vascular incidents are rarely discussed.
Only those aspects of disease of the central nervous system related to thrombosis and the deposition of fibrin will be discussed here; diseases related to general vasculitis and aneurysm are omitted. The conditions discussed here fall into two main categories: first, the presence of thrombosis in small blood vessels or in the large superficial veins draining the brain, and second, the deposition of fibrin either in the ventricles or on the membranes overlying the brain in association with thrombotic lesions, haemorrhage, or infiltration.
PRIMARY THROMBOSES
Thrombosis of small blood vessels, particularly of veins, forms an important part of the general pathology of infants. These lesions are easily diagnosed and recorded in viscera such as the kidneys but their importance in the brain is often overlooked. Thrombi in the brain can be found in two main forms, the first being massive thrombi in either the longitudinal sinus, the lateral sinus, or more commonly, one or other of the large veins coursing into the longitudinal sinus from the surface of the hemispheres. These thrombi are usually associated with cerebral symptoms, usually severe convulsions, and are rarely an incidental finding at necropsy. The more common finding when routine microscopy of the brain is done on all children is On the other hand, there is a group of children, probably representing between 5% and 10%, in whom there is persistent reaction between the cerebrospinal fluid and the tissues, whether this be the peritoneal cavity or the freely-flowing blood in the heart. Such children develop irregular clots on the ends of the intracardiac catheter (Fig. 2) When complications due to the deposition of fibrin and inflammation occur, obstructive lesions are usually due to the rapid conversion of the fibrinous exudate to collagen, taking place with much greater rapidity in the child than in the adult.
There appear to be two types of children. Most children are 'non-reactors', freely allowing the presence of their own cerebrospinal fluid within their tissue spaces, the other group ('reactors') responding to the presence of cerebrospinal fluid by the deposition of fibrinoid protein which is rapidly converted to collagen. The cause of this process is obscure and requires active investigation.
MR. NIXON described eight cases in which ventriculitis followed surgery. In seven of these the cerebrospinal fluid was sterilized by giving fibrinolytic agents together with antibiotics, both intraventricularly as well as systemically. 60 and 70 mg. %. A peritoneal shunt operation was performed from the lumbar subarachnoid space but failed after three weeks because of obstruction due to the lining of a small cystic cavity around the tube within the peritoneal cavity over the anterior surface of the liver. The distal end of the tube was withdrawn from this cavity and was seen to be patent, unobstructed by fibrinous clot. Cerebrospinal fluid discharged freely from it, and it was then transferred to the pleural cavity. Almost at once it was followed by a large accumulation of cerebrospinal fluid in the pleural cavity which ultimately led to severe and incapacitating dyspnoea. Repeated aspirations of the pleural cavity were necessary. The fluid was of a greenish colour and slightly opalescent. It contained 4-6 g. % protein. Hyalase, I ml., was injected into the pleural cavity after aspiration of the fluid on one occasion and thereafter no further aspiration was required. X-ray studies of the chest showed that the fluid disappeared completely over three days and the child improved immediately and has remained well over the subsequent 11 years. MR. NIXON replied that he had tried the effect of hyalase in the pleural cavity in a patient who developed a big effusion after a pleural shunt but without improvement.
